We report the preparation of a deoxyribooligonucleotide containing a newthymine (6-4) photoproduct analog. The (6-4) photoproduct is one of the major forms of DNA lesions, and leads to mutation in DNA. An antibody (64M5) that binds the (6-4) photoproduct has been described. To investigate the interaction of the photoproduct with the 64M5 antibody, we prepared a (6-4) photoproduct analog in which the two thymines were connected with a formacetal linkage. With UV-irradiation, the thymine dimer with the formacetal linkage reacted to the (6-4) photoproduct faster than the phosphodiesterified dimer, and the yields of the analog was higher than those of the natural thymine dimer. The 64M5 antibody exhibited sufficient binding to a tetranucleotide containing the (6-4) photoproduct analog with a formacetal linkage, although the association constant was slightly lower than that for the natural lesion. This (6-4) photoproduct analog may be useful for investigation of other proteins that recognize the (6-4) photoproduct.
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INTRODUCTION
DNA lesions are generated by irradiation with ultraviolet-light (UV), and are responsible for mutations. These photolesions are detected predominantly in tandem pyrimidine sites as cyclobutane pyrimidine dimers, pyrimidine pyrimidone and Dewar photoproducts. The photoproducts are formed by UV-light 3-5-fold less frequently than the cis-syn cyclobutane type of pyrimidine dimer; however, (6-4) photoproducts causes mutations more frequently than the cyclobutane types*'^. Nikaido and co-workers established a series of monoclonal antibodies against these lesions (64M2, 64M3 and 64M5) 3 . 64M5
shows the highest affinity for the photoproduct among these antibodies. The interaction between 64M5 and its antigen has been studied by biochemical^ and biophysicaP methods.
However, it has not been investigated whether the 
